temperature was infused at a rate of 2-5-3 1/h. The patient was then seated on a cushioned rubber ring on a commode in a secluded, warm, and wellventilated room. The infusion was continued until the effluent started to clear. Any vomiting was usually relieved by further metoclopramide. A check abdominal radiograph was taken the next morning.
Seventy patients (30 men, 40 women) with a mean age of 80 years (range 65-95 years) have been treated by this technique. Irrigation lasted a mean of 3 4 hours (range 1 4-5 2 hours), and a mean of 8 litres of irrigant was used in each case (range 3-20 litres). The mean weight change was an increase of 1 kg (range -3 0-+5-9 kg). In seven patients the technique failed: in one material was so impacted that no motion was passed, and six continued to vomit despite the metoclopramide. There were no significant changes in haemoglobin, urea, or electrolyte concentrations or in osmolality. No patients who were in cardiac failure were treated although several had been in cardiac failure previously and were receiving treatment. The one patient who was so impacted that the technique failed managed to cope with the fluid load by renal excretion.
Comment
This technique will need further evaluation in geriatric practice, but our elderly patients seemed to tolerate it well. This technique is especially useful for patients who have right-sided faecal stasis as shown by radiography. Caecal stasis seems to be much commoner in the elderly than suggested by Dresen and Kratzer. The caecum normally contains only liquid material, but in the elderly it is quite common to find stippled solid faecal shadows in this area on the radiograph, and repeated enemas may fail to shift this material.
Prevention ought to be our main aim and constipation may be avoided by using adequate fibre-containing diets and encouraging physical activity, adequate fluid intake, and regular bowel habit, augmented when necessary by carefully chosen laxative regimens. But when severe constipation and faecal stasis are found whole gut irrigation is a useful adjunct to treatment in elderly patients, particularly those with right-sided stasis, and an alternative to daily enemas, which may in any case be ineffective.
Ileal loop carcinoma after cystectomy for bladder exstrophy Exstrophy of the urinary bladder is an uncommon congenital anomaly for which cystectomy is recommended because of a high risk of developing carcinoma.' We report a patient treated by cystectomy and ileal loop diversion, who, 20 years later, developed carcinoma of the ileal loop. The tumour was associated with hypercalcaemia and production of human chorionic gonadotropin (HCG), a-fetoprotein (cc-FP), and carcinoembryonic antigen (CEA).
Case report
A 28-year-old man was admitted to hospital with cholestatic jaundice, polyuria, anorexia, constipation, and weight loss. At birth he had severe bladder exstrophy and epispadias. Various repair operations had been performed, including cystectomy and transplantation of ureters into the rectum at the age of 4 years. Four years later the anus had been sutured because of rectal prolapse and incontinence and the ureters retransplanted into an isolated ileal loop fashioned into an ileostomy.
He was confused, wasted, and severely jaundiced. His liver was hard, irregular, and enlarged 3 cm. Blood concentrations of urea were 14 mmol/l (84 mg/100 ml), potassium 5-6 mmol(mEq)/l, alkaline phosphatase 78 KA units/100 ml (normal 3-13 KA units/100 ml), calcium 3-4 mmol/l (13-6 mg/100 ml) (normal 2 1-2 6 mmol/l (8-4-10-4 mg/100 ml)) and phosphorous 1 6 mmol/l (5 0 mg/100 ml) (normal 0 8-1 4 mmol/l (2-5-4-3 mg/100 ml)). On radioimmunoassay a-FP was 210 ,ug/l (normal <40 ,tg/l) and CEA 7 8 ,tg/l (normal <2-5 ,ugll). The plasma P subunit of HCG was raised at 1080 IU/1. Immunoreactive parathyroid hormone was low at 0 56 ,tg/l (normal 1 0-9-0 jug/l). A radiotechnetium liver scan showed multiple filling defects. A liver biopsy specimen showed invasion of liver tissue by metastatic pleomorphic anaplastic tumour with transitional, squamous, and mucin secreting areas. In some areas tumour cells reacted specifically with antibodies to r-HCG (see figure) and showed moderate argyrophilia with Grimelius silver impregnation technique. Anuria supervened and the patient died from renal failure 10 days after admission. Necropsy showed an ulcerated tumour in the proximal end of the ileal loop close to the insertion of the ureters. The tumour was infiltrating part of the sigmoid colon adherent to the loop. Metastases were seen in the paraaortic and mediastinal lymph nodes, peritoneum, liver, pancreas, and lungs. The microscopical appearances of the tumour and metastases were similar to those seen in the liver biopsy. Multiple sections of the tumour and adjacent structures confirmed the tumour's origin in the ileal loop with secondary invasion of the colon. No urinary bladder tissue was found and the ureters, parathyroid glands, and both testes were normal.
Comment
This is apparently the first report of a carcinoma developing in an ileal conduit constructed after cystectomy for a benign bladder lesion. A few similar tumours have been reported after cystectomy for malignant tumours,2 but these are usually thought to represent tumour recurrence. Smith and Hardy4 reported a carcinoma developing in the ileal part of an ileocystoplasty; we cannot accurately compare our case with theirs, however, because the function performed by the ileal tissue was different in each case. On the other hand, 42 cases of large bowel neoplasms were reported after ureterosigmoidostomy;5 34 ureterosigmoidostomies were performed after cystectomy for benign bladder lesions. Probably, therefore, the mechanisms implicated in the development of such colonic tumours may also operate in ileal conduits. The difference in incidence may be due to the difference between colonic and ileal mucosae in their susceptibility to develop neoplasms or it may be an apparent difference due to the relative late start of using ileal conduits in treating such patients.
The multiple secretory potentials of the tumour may be related to the unusual circumstances in which it developed. Future immunological studies on patients with similar lesions, or at risk, might help in explaining the pathogenesis. On examination at birth the baby was noticed to have normal movements of the face, palate, and sternomastoids. There was a flaccid paralysis of his arms with absent reflexes, the abdominal reflexes were absent, and there was increased tone and brisk reflexes in his lower limbs with spontaneous clonus at the hips and knees. Plantar stimulation and pin-prick on the feet produced a strong withdrawal reflex.
Sensory examination showed grimace to pin-prick on the face down to the angle of the jaw, but no response to stimulation of the arms or trunk. These neurological findings, which remained unchanged throughout the infant's life, suggested a cord lesion extending down from the level of the third and fourth cervical segments.
Necropsy showed no bony injury and no abnormality on macroscopic examination of the brain. There was gross softening and shrinkage of a 25-mm length of the lower cervical and upper thoracic cord (see figure) . Microscopic examination of transverse sections of the softened areas of cord showed almost total destruction of cord tissue, with cystic spaces and invasion by macrophages. The anterior spinal roots were atrophic but the posterior roots showed no abnormality. There was thickening of the arachnoid mater (figure). The anterior spinal artery was normal. At the level of the lesion the cord showed degeneration of the ascending tracts, while below the lesion there was degeneration of the lateral corticospinal tracts with normal anterior horn cells.
The clinical and pathological findings described in this report support a diagnosis of antenatal cord trauma. At birth there was clinical evidence of a lesion at the third cervical segment, with a sensory level and presumptive affection of the phrenic nerve and intercostal muscles; the child also had well-developed spasticity of the legs. The pathological evidence of shrinkage and macrophage invasion, with degeneration of ascending and descending tracts is compatible with a lesion three to four weeks old.4
Although no bony injury was found, the thickening of the arachnoid mater suggests trauma as the cause, and Hadley5 has shown that in the normal newborn compression and shearing forces affecting the spinal cord can be produced easily without causing any bony injury.
The attempted external cephalic version, which perhaps inadvertently extended the fetal neck, occurred at a time compatible with the age of the injury and should be considered the likely cause. 
